Introduction
Melittin is a polypeptide toxin which constitutes more than 50% of bee venom proteins. It has been claimed to release endogenous arachidonic acid (AA) from cultured cells and to increase formation of prostanoids through activation of membrane bound enzymes. [2] [3] [4] Further, melittin was found to be able to stimulate exogenous non-incorporated AA metabolism in human polymorphonuclear neutrophils (PMN), and recent research has dealt with the interaction between melittin and cellular membranes. 6 The aims of the present work were: (1) to assess if melittin was a stimulator of endogenous AA metabolism in purified human PMNs; (2) to compare its potency with that of the calcium ionophore A23187; (3) to reveal where in the phospholipid pool AA was mobilized by melittin challenge; (4) to evaluate its influence on cellular calcium metabolism; and finally (5) to investigate its possible action on surface leukotriene B 4 receptors.
Materials and Methods
In six experiments neutrophils were isolated from EDTA-blood (0.2 mmol/1), with a recovery of 45%, and a purity of more than 95%, by: (1) methylcellulose (0.8%) sedimentation of erythrocytes; (2) 21 Therefore melittin may act indirectly as an activator of PKC through AA release. 22 The latter (AA) is known to induce diacylglycerol (DAG) generation, which then activates PKC. 23 Since the production of AA is high following addition of melittin, we believe that bee venom via DAG is an indirect PKC-activator. This could explain the deactivation and the decrease in the expression of LTB4 receptors found in the present study, as explained above. 2'23 In conclusion, melittin is a potent challenger of 5- 
